which suggested that hypoxia might occur in brai n tissue during heat stress was the finding of: a) clinical observations of nausea, delirium, disorientation, and tetany during heat stroke (2 l), 6) histopathology of the brain i n fatal heat stroke (30), c) possible therapeutic effect of oxygen administration during heat stroke (9), and d> the rise in blood lactate during progressive hyperthermia, suggesting the occurrence of generalized tissue hypoxia ( 13, 23 It appeared that an adequate OS supply was maintained as a result of an elevated Paoz plus the effects of decreased Pcoz and increased pH which counterbalanced the effect of elevated temperature to shift the 02 dissociation curve to the right. B) Cerebral blood jl 0~. Cerebral blood flow appeared to decrease with time during periods up to 6 hr in normothermic dogs (Table  2 ). The decreased Pacoz during hyperthermia which would tend to decrease CBF was counterbalanced by some other effect, possibly temperature per se, to have a greater metabolic response than brain at temperatures greater than 40 C (28). It has also been noted that temperatures in the splanchnic regions were usually as high or higher than brain and aortic blood temperatures.
On the basis of these findings it can be hypothesized that injury to the liver would decrease the availability of nucleotides, CDP and UDP, which in turn would limit cerebral glucose uptake. It is interesting to note that lethal brain temperature was reported to be 2-4 C lower in cats with the head alone heated when compared to cats with whole-body heating (44). Thus the interdependence of metabolism in two tissues rather than the specific failure of brain would be responsible for physiological failure in this model. 
